Troponin C is the component of the troponin complex that binds CaZC specifically and thus initiates the biochemical events in the myofibril leading to contraction. The primary sequence of troponin C from rabbit fast white muscle has been determined and four Ca2+-binding sites have been presumptively identified (Collins et al., 1973) . These sites are present on four of the eight peptides obtained when troponin C from fast white skeletal muscle of the rabbit is digested with CNBr.
The whole CNBr digest from which partially digested material had been removed by gel filtration possessed a number of the biological properties of troponin C itself. These included the neutralization of the inhibition of Mgz+-dependent ATPase* of desensitized actomyosin produced by troponin I, inhibition of the phosphorylation of troponin I catalysed by 3': 5'-cyclic AMP-dependent protein kinase and by phosphorylase kinase, and Ca2+-dependent complex-formation.
These properties were preserved in CNBr digests of [l -14C]carbamoylmethylated troponin C. The only l-14C-labelled peptide in these digests, which consists of residues * Abbreviation: ATPase, adenosine triphosphatase.
VOl. 5 BIOCHEMICAL SOCIETY TRANSACTIONS 84-135, in which region the single cystine residue occurs (peptide CB9; Collins et at., 1973), was isolated in pure form by gel filtration and shown to possess all of the properties studied in the whole digest.
Peptide CB9 neutralized the inhibition of the Mg2+-dependent ATPase of desensitized actomyosin, although not quite as completely as troponin C and was about 50 % as effective on a molar basis in producing maximum neutralization. This neutralization was partially decreased in the absence of Ca2+. The peptide inhibited phosphorylation of troponin I by 3': 5'-cyclic AMP-dependent protein kinase, i.e. phosphorylation mainly at serine-118 (Moir et al., 1974) , completely when 1 mol of peptide/mol of troponin I was present. The phosphorylation of troponin I by phosphorylase kinase was only about 30% inhibited by the peptide at a similar molar ratio. On polyacrylamide-gel electrophoresis in 80 m~-glycine/25 mM-Tris buffer, pH 8.6, peptide CB9 formed a complex with troponin I that was Ca2+-dependent. Unlike the complex formed between troponin C and troponin I under similar conditions (Head & Perry, 1974) , the peptide-troponin I complex was not stable in 6~-u r e a .
The CNBr digests of troponin C contained another peptide that also neutralized inhibition of the Mg2+-dependent ATPase of desensitized actomyosin produced by troponin I, inhibited phosphorylation of troponin I by phosphorylase kinase and by 3': 5'-cyclic AMP-dependent protein kinase and formed a Ca2+-dependent complex with troponin I. The peptide was not identical with peptide CR9, for it was not radioactive when isolated from CNBr digests of [l -14C]carbamoylmethylated troponin C.
Two peptides, one of which was radioactive and therefore identical with peptide CB9, were isolated from CNBr digests of [ 1 -14C]carbamoylmethylated troponin C by affinity chromatography on a troponin I-Sepharose column (Syska et al., 1974) .
It is concluded that the region of troponin C represented by residues 84-1 35 contains a site that interacts with the region of troponin I close to serine-118 by a mechanism that is Caz+-dependent. The region of troponin I consisting of residues 96-117 has previously been shown to form a complex with troponin C, to possess inhibitory activity on the Mgz+-dependent ATPase of desensitized actomyosin and to bind with actin (Syska et al., 1976) . The evidence also suggests that another region of the troponin C molecule consisting of residues 45-78, CNBr peptide CN8, also interacts with troponin I. It is possible that the region represented by this peptide interacts specifically with the N-terminal region of troponin I that has been shown to interact with troponin C (Syska et al., 1976) .
